reported the case of a woman who developed the clinical features of chronic milk-alkali syndrome following prolonged excessive consumption of Rennies tablets. We here report a second case, differing in the absence of generalized osteosclerosis.
Chronic Milk-alkali Syndrome after Prolonged Excessive Intake of Antacid Tablets Brit. med. J., 1967, 3, 656-657 Rifkind et al. (1960) reported the case of a woman who developed the clinical features of chronic milk-alkali syndrome following prolonged excessive consumption of Rennies tablets. We here report a second case, differing in the absence of generalized osteosclerosis.
CASE REPORT
A 40-year-old woman admitted to hospital for investigation on 13 May 1963 complained of excessive thirst for the previous eight years, and because of this her urine had been tested for sugar on several occasions, with negative results. She said that she had sustained rib fractures in 1960 and 1961, once when turning a mattress and once on sneezing. We were unable to obtain the x-ray films taken on these occasions. In July 1962 she first noted spontaneous twitching of the legs and itching of Two mid-stream specimens of urine were cultured ; one grew micrococci and the other Escherichia coli and Streptococcus faecalis. Mantoux test was negative, with 1/1,000 old tuberculin. Chest x-ray picture was normal and no evidence of generalized bone disease was seen on radiographs of the lumbar and thoracic spine, hands, or teeth, the lamina dura being intact. Plain x-ray films of the abdomen and renal tomograms showed small kidneys (each was 9.5 cm. in length) with diffuse parenchymal calcification. An attempt at renal biopsy was unsuccessful.
In hospital she accepted the advice to stop taking Rennies tablets and was given a low-protein diet with high oral fluid intake. By 24 May the blood urea had fallen to 150 mg./100 ml., and the serum calcium level was 9.6 mg./100 ml. and phosphate 6.8 mg./100 ml. She left hospital on 30 May, and in view of the probable urinary infection was given tetracycline, 250 mg. four times daily, to take at home.
She was readmitted on 6 June complaining of vomiting, thirst, and abdominal pain. She was clinically dehydrated, with bloodpressure 90/70 mm. Hg. The blood urea was 396 mg./100 ml. Hand plasma bicarbonate 9 mEq/l. She was given intravenous fluids with marked clinical improvement, the blood urea falling to 217 mg./100 ml. The serum calcium was 7.4 mg./100 ml., phosphate 8.7 mg./100 ml. She was discharged home for the second time on 16 June, taking sodium bicarbonate, 2 g. three times daily, to correct acidosis. She was still on this treatment at her most recent review in February 1966. She then looked and felt well apart from slight pruritus, which was less severe than formerly. Dysuria had not recurred. Skin pigmentation persisted, and the blood-pressure was 60/30 mm. Hg in each arm. Further investigations in February 1966 showed haemoglobin 12.4 g./100 ml.; E.S.R. (Westergren) 47 mm./hr. ; blood urea 95 mg./100 ml. ; plasma sodium 144 mEq/l.; potassium 3.4 mEq/l. ; chloride 88 mEq/l. ; bicarbonate 33 mEq/l.; serum calcium 9.3 mg./100 ml.; phosphate 4.6 mg./100 ml. ; alkaline phosphatase 13 King-Armstrong units/100 ml.; serum albumin 4.5 g./100 ml.; globulin 2.8 g./100 ml. Mid-stream urine contained a trace of protein, a few R.B.C.s but no W.B.C.s, and was sterile on culture. Plain x-ray film of the abdomen showed no change in the size of the kidneys or in the degree of nephrocalcinosis compared with the 1963 films.
COMMENT
The term " milk-alkali syndrome " has been used to describe two separate conditions that may complicate treatment of peptic ulcer. Cope (1936) Rifkind et al. (1960) reported the only previous British case that we have been able to find with the principal features of the chronic milk-alkali syndrome. Their patient was a woman of 48 who had taken 30 Rennies tablets daily for 10 years without excessive milk intake. Besides uraemia and nephrocalcinosis there were calcium deposits in the corneae and sclerae, aorta, and abdominal lymph nodes and there was generalized osteosclerosis, whereas our patient had radiologically normal bones. Our case, like theirs, had an excessive intake of calcium and absorbable alkali derived from Rennies tablets. In our patient the rapid fall in the serum calcium level with subsequent improvement in the general state of health and fall in blood urea after stopping the Rennies tablets indicates that they were the cause of the hypercalcaemia and nephrocalcinosis. The absence of further deterioration of renal function almost three years after stopping the tablets is noteworthy. Both our patient and that of Rifkind et at. took large quantities of Rennies tablets because they had developed a liking for them. It seems improbable that any patient would take so many antacid tablets solely to relieve dyspepsia.
Pernicious Anaemia and Intestinal Malabsorption: Spinal Cord Degeneration Developing during Vitamin B12 Treatment Brit. med. J., 1967, 3, 657-658 CASE REPORT The patient was born in Northamptonshire in 1890 and emigrated to New Zealand at the age of 33. In 1927, when aged 37, she began to pass loose pale stools, about six daily. She complained of audible bowel sounds and of excessive flatus. When first seen by a physician she was aged 59 and considerably underweight. Severe macrocytic anaemia and a megaloblastic sternal marrow were present. Gastric analysis showed achlorhydria. Her pale stools, when dried, contained 32% by weight of fat. A banium enema was normal. Her blood picture quickly returned to normal after the twice-weekly injection of Anahaemin (liver extract) 2 ml. As diarrhoea continued in spite of a low-fat diet, folic acid 10 mg. b.i.d. was added, but was soon discontinued because her diarrhoea increased. Fortnightly injections of Anahaemin were continued, given by her general practitioner.
She was not seen again by a physician until the age of 66. Her blood was then normal, with a packed cell volume of 40%. Her stools were still pale and loose, and contained 36% by weight of fat. Her glucose tolerance curve was flat. A gluten-free diet was started and cortisone acetate 25 mg. was given by mouth twice daily. She improved in health, her diarrhoea diminished, and she was able to take a trip to the United Kingdom.
At the age of 69 she was still in good health, with one stool daily. Liver extract Injections were then stopped, and vitamin B12 200 pg., weekly at first and later fortnightly, was prescribed. The gluten-free diet and cortisone were continued.
At the age of 70 she was found on routine examination to have reduced vibration sense in both lower legs. Later in the same year she complained of unsteadiness of gait, and there was some oedema of both legs. Her blood count and serum proteins were normal. The following year she became increasingly unsteady on her feet, especially when walking in the dark. She complained of weakness of her legs and of tingling burning sensations in both feet and to a lesser extent in her hands. Examination revealed a positive Romberg sign, an ataxic gait, and some impairment in her legs of all sensory modalities, especiallv vibration and postural sensibility.
Both knee and ankle jerks were abnormally brisk and the plantar reflexes were extensor. The clinical picture was that of subacute combined degeneration of the cord with mild peripheral netiritis. 
